Contrast-induced acute kidney injury (CI-AKI) is one of important complication after coronary angiography and percutaneous coronary intervention (PCI). CI-AKI has been found to be strongly associated with morbidity and mortality of the patients. Furthermore, CI-AKI may not be always reversible, and may be associated with development of chronic kidney disease in long term. 1) Therefore, risk scoring and prevention for development of CI-AKI is important during invasive procedures.
In the current issue of the Korean Circulation Journal, Rencuzogullari et al. 2) reported the result of multi-center, retrospective study about relationship between the development of CI-AKI and Syntax score II in patients with ST elevation myocardial infarction who treated with primary PCI. They found that both Syntax score and Syntax score II were significantly higher in patients with CI-AKI. Moreover, every Syntax score II increases by 1 unit, the risk of CI-AKI increases by 3% in multivariate analysis. Although, they performed retrospective study, they suggested that Syntax score II would be comprehensive risk score including anatomical and clinical risk factors.
Exact pathophysiological mechanism of CI-AKI is not clear. However, the most important elements of mechanism of CI-AKI seems to be vasoconstriction and oxidative stress followed by renal medullary hypoxia and direct tubular toxicity by contrast media. 3) All of these processes caused to inflammation. To prevent hypoxia and direct toxicity, fluid administration with or without antioxidants or sodium bicarbonate is important work. Moreover, to prevent inflammatory process, statin therapy would be important. Recent meta-analysis reported that pretreatment with high-dose statin had 55% lower risk of CI-AKI compared with placebo. 4) In present study, use of statin was significantly higher in patients without CI-AKI then those with CI-AKI (17.8% vs. 10.8%, p=0.026). In previous my study, the benefit of statin on CI-AKI prevention was distinct in patients with evidence of high inflammatory status such as myocardial infarction or high baseline C-reactive protein (CRP) levels. 5) The association with inflammation and CI-AKI could explain why anatomical lesion extent, severity and complexity, and baseline white blood cell count and CRP levels were correlated with development of CI-AKI. Moreover, if the authors should use statin more frequently, they can reduce the development of CI-AKI.
